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Ave Box 655 C, Rochester, NY 14642, Abstract—Background: Many cases of acute human im-
munodeficiency virus (HIV) infection (AHI) present to
the Emergency Department (ED). Early diagnosis allows
a patient to modify their behavior and seek early treatment.
The Emergency Physician should know that the antibody
response may be absent. Objective: We report a case of
AHI and review its presentation to increase the awareness
of this important diagnosis. Case Report: A 20-year-old
black man who had a history of sex with men initially pre-
sented to the ED with a chief complaint of blood per rectum
when he passed stool, and chills for the prior few days. His
work-up was normal, including a rapid HIV screen, and he
was discharged. He returned 2 weeks later with constipa-
tion, fatigue, myalgias, decreased urination, chills, and
a productive cough. His physical examination was unre-
markable, HIV antibody test was negative, but his labora-
tory tests showed an elevation of creatine phosphokinase,
amylase, and lipase. His blood count showed a normal he-
matocrit and white blood cell count, but there were juvenile
and vacuolated white cells and giant platelets reported.
HIV viral load was reported as > 1,000,000 copies/mL.
Conclusions/Summary: This case illustrates that AHI can
present as a non-specific illness. Patients at risk should be
screened for HIV. However, AHI can occur before there
is a significant antibody response. In such cases, a viral
load test may help make the diagnosis, allowing for early
treatment and patient counseling.  2013 Elsevier Inc.
, Keywords—HIV; acute retroviral syndrome; acute HIV
infection; myositis; viral loadne 2012; FINAL SUBMISSION RECEIVED: 23 Septem
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e341INTRODUCTIONAcute human immunodeficiency virus (HIV) infection
(AHI), also known as acute retroviral syndrome, is
reported to occur in 40–90% of patients infected with
HIV. The vast majority of these episodes go undetected
and the diagnosis is not made until later (1). Over 85%
of these patients seek medical attention for their symp-
toms, about 60% of them from Emergency Departments
(EDs) or urgent care centers (2). Identification of patients
with acute HIV infection is important for several reasons.
These patients often have very high viral counts and are
likely highly contagious. Because they are not aware
of their HIV status, they may continue high-risk activi-
ties, spreading the disease to others. Patients who know
their HIV status can control their high-risk behavior
and prevent further spread of the infection. Some authors
have suggested that the identification of AHI is crucial
to controlling the spread of HIV (3). Early detection
provides an opportunity to learn more about the transmis-
sion of this virus. Finally, early diagnosis allows for
early treatment.
We report here a case of a patient with AHI who pre-
sented to the ED with fever, fatigue, and unusual labora-
tory findings. In addition to the case report, it is important
to review this disease along with recommendations for
practicing Emergency Physicians.ber 2012;
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A 20-year-old black man presented to the ED with a chief
complaint of blood per rectum when he passed stool and
chills for the prior few days. He denied any other bleed-
ing, fever, or rash, and otherwise felt well. His medical
history was positive only for an appendectomy in the re-
mote past. His vital signs were normal and his examina-
tion was normal except for an external hemorrhoid.
Stool tested guaiac negative. Laboratory tests showed
a normal blood count except for a mild leukocytosis
of 9.4 K/mL with slight monocyte predominance
(1.2 K/mL, 12.7%). He had normal electrolytes, with
the exception of mild hypocalcemia of 8.8 mg/dL; blood
urea nitrogen (BUN) was 13 mg/dL and creatinine
1.17 mg/dL. Routine rapid HIV 1 and 2 antibody testing
is offered to all patients in our institution as required by
state law, and his was negative. He was discharged with
symptomatic treatment and told to follow-up with his
primary care physician.
He returned to the ED 2 weeks later with a chief com-
plaint of constipation for the prior 2 weeks, light bloody
mucus per rectum without a bowel movement, fatigue,
myalgias, decreased urination, chills, and a productive
cough. He continued to pass flatus. He denied vomiting,
other bleeding, or abdominal pain. He noted decreased
appetite, significant fatigue, and myalgias, most promi-
nently in the proximal lower extremities. He noted
dark, foul-smelling urinewith some hesitancy but without
hematuria or penile discharge. Additionally, he noted
a productive cough with dark yellow sputum for the
past few days, with intermittent subjective fevers and
chills. He denied chest pain or shortness of breath. He de-
nied headache, rash, or sore throat. He denied any recent
travel. He was a student, drank socially, denied the use of
drugs or nicotine, and had a male sexual partner, with the
last anal intercourse 2 weeks before this visit. He used
protection intermittently. Vital signs were: temperature
37.5C (99.5F) temporally, pulse 107 beats/min, blood
pressure 123/82 mm Hg, respirations 20 breaths/min,
and oxygen saturation 97% on room air. Physical exami-
nation was normal except for scant bloody liquid on rectal
examination that was guaiac positive.
Laboratory examination included a complete blood
count with a hematocrit of 45%, white blood count
of 4.8 K/mL with neutrophil count 3.5 K/mL, lymphocyte
1.0 K/mL, monocyte 0.2 K/mL with 17 bands, one meta-
myelocyte, and one promyelocyte. The blood smear
was noted to have vacuolated neutrophils. Platelet count
was 171 K/mL, and giant platelets were noted. Sodium
was 136 mmol/L, potassium 4.4 mmol/L, chloride
96 mmol/L, CO2 27 mmol/L, BUN 18 mg/dL, creatinine
1.30 mg/dL, and calcium 8.2 mg/dL. Amylase waselevated to 137 U/L, as was lipase to 123 U/L. Creatine
phosphokinase was elevated to 596 U/L. An erythrocyte
sedimentation rate was minimally elevated at 17 mm/h.
A chest X-ray study and abdominal flat plate X-ray study
were normal. Rapid HIV 1 and 2 antibody was again neg-
ative. HIV viral load using Roche COBAS Taqman
HIV-1 test (F. Hoffman-La Roche Ltd, Basel, Switzer-
land) was sent. The patient was admitted for intravenous
hydration and further testing. On the following day, the pa-
tients viral load was reported as > 1,000,000 copies/mL.
Infectious disease consultation was obtained and the pa-
tient remains under their care as an outpatient.
DISCUSSION
We describe a patient with AHI who presented with
minor rectal bleeding, fatigue, and subjective fevers
who had hematologic abnormalities, myositis, and eleva-
tion of amylase and lipase. His blood smear demonstrated
giant platelets, which are young platelets and suggest
rapid turnover of platelets and bone marrow. Likewise,
juvenile neutrophil forms in this patient suggested stress
on the bone marrow and an immune response. Vacuolated
neutrophils often suggest phagocytosis and are more
often seen in sepsis. To our knowledge, these have not
been previously reported with AHI. Rhabdomyolysis
and pancreatitis in AHI are reported rarely (4–6).
AHI is classically defined as HIV infection with circu-
lating HIV RNA but without measurable circulating
antibodies. Identification of these patients is important,
as their viral loads are extremely high without the sup-
pression of binding antibodies. Our patient had unusual
hematologic findings along with elevation of pancreatic
enzymes without symptoms for pancreatitis.
AHI was first described in 1985 as a mononucleosis-
type illness seen in a handful of patients who later devel-
oped HIV (7). Later studies on simian infection, as well
as large-scale blood bank data, suggested that the virus
initially infects CD4+ dendritic cells and replicates within
the cell line for several days (8,9). The virus then infects
lymph nodes and is contained within the tissue.
The virus is detectable in the bloodstream 10 days
(range 7–21) after infection and can be detected by
a pooled nucleic acid amplification test or ‘‘viral load’’
(9). Initial levels are quite high because there is no
immune response to suppress the viral attack. Viral repli-
cation is very rapid, with viral load doubling as often as
every 8 h (8). During this time, defined by an elevated
viral load and negative antibody test, the patient may pres-
ent with symptoms of AHI. This time period lasts
22 (18–34) days, after which the enzyme-linked immuno-
sorbent assay test becomes positive, indicating measur-
able antibodies to HIV (9).
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consistent withAHI before having a positiveHIV test, and
most sought medical attention during that time (1,2). The
vast majority were discharged with a diagnosis of viral
infection, pharyngitis, or fever of unknown origin (10).
The symptoms of AHI are relatively non-specific. Most
patients have fever (80–90%), fatigue (70–90%), fine
rash (40–80%), headache (30–70%), or pharyngitis
(50–70%). In addition, nausea, vomiting, diarrhea, and
night sweats are seen (11). Some patients may present
with aseptic meningitis or with oral or genital ulcers
(10–20%) (11). Thrombocytopenia, leucopenia, eleva-
tion of liver transaminases, and pancreatitis are reported.
Some patients present with opportunistic infections even
in this early stage. Most of the patients identified in
the United States are men, with over 80% of them males
having sex with males (12). In other countries where sur-
veillance is targeted to pregnant women, AHI is detected
in more women (13).
There are some data that suggest patients who
are more symptomatic with AHI may have a worse
prognosis, with more rapid progress to AIDS (14,15).
However, the benefit of early treatment is still debated.
Even very early treatment has rarely led to an
elimination of HIV antibody response (16,17). The
benefits of early treatment include the preservation of
cellular immunity, decrease in severity of symptoms,
and possible limitation of viral mutation (18). After an
immune response is mounted by the patient, viral loads
drop often to a specific ‘‘set point,’’ which may remain
somewhat constant in untreated patients. Early treatment
may lower this set point. However, there are some poten-
tial problems with early treatment. It is yet unproven
to influence the final course of the disease, and the patient
is exposed to longer treatment and toxicity. Further, there
is concern that drug resistance may be increased with
early and more prolonged treatment (18).
Identification of patients with AHI is important to
reduce the spread of HIV infection. Patients with known
HIV are less likely to engage in high-risk activity (3).
A recent study compared individuals with AHI and estab-
lished HIV and found AHI individuals had 2.5-times
greater number of sexual partners in the prior 6 months
and were able to name fewer of those partners (limiting
case identification) (3). Over 90% of individuals with
AHI were men who had engaged in sex with men in the
prior 6 months, compared to only 40% with established
HIV (12). One author estimated that over 40% of new
cases of HIVare from exposure to patients with AHI (10).
Many states now have some form of legislation that
requires EDs to offer HIV testing to patients presenting
to the ED. However, that testing is primarily for HIV
antibodies, not HIV RNA. In a few areas such as North
Carolina and specific clinics in New York City, bloodsamples that test negative for HIV antibody are batched
and retested for the presence of HIV RNA (12,19).
These sites have reported that approximately 1% of
samples tested are newly positive tests for antibodies.
Of the antibody-negative samples, approximately 1%
are positive for HIV RNA. False positives are rare and
generally detectable, as viral loads in these cases are at
levels < 10,000 copies/mL. Although this strategy iden-
tifies patients with AHI, due to cost, samples are batched
and the results may not be available for up to 3 weeks.
The estimated cost to detect one case of AHI is about
$18,000 (19).
The Emergency Physician is likely to encounter
patients with AHI. However, the symptoms of AHI are
non-specific and seen in a large number of patients who
present with somewhat minor complaints. It is estimated
that only 1% of patients seen with these symptoms will
have AHI (11). Our patient likely received more labora-
tory tests and closer attention because he had been
recently seen in the ED. Because several of his laboratory
tests were abnormal, there was suspicion of an infectious
disease or systemic vasculitis. Further inquiry revealed he
was in a high-risk group for HIV, and viral load testing led
to the correct diagnosis. However, Emergency Physicians
should consider AHI in patients with febrile illnesses
without cause, especially those with unusual features
such as lymphadenopathy, abnormal white blood counts,
or unexpected elevations in amylase/lipase. When feasi-
ble, these patients should be screened for high-risk behav-
ior, especially men having sex with men. If the HIV rapid
antibody test is negative, consider drawing blood for
an HIV viral load. A viral load test costs between $150
and $300 and is performed in most clinical laboratories
(20). Smaller hospitals may need to send the specimen
to a reference laboratory. The results are generally avail-
able within 1–2 days.
Many more EDs now screen for HIV antibody. How-
ever, it is important to understand that a negative screen
does not mean the patient does not have HIV. Patients
who have engaged in high-risk activity in the prior month,
or who have a recent exposure through a needlestick or
sexual assault, may be infected by the virus but have
not built sufficient antibody. When treating health care
workers with a needlestick from an identified source, test-
ing for HIV viral load may be more definitive.
CONCLUSION
We discussed a patient with AHI who presented with
subjective fever, fatigue, and myalgias. Abnormal labora-
tory findings led us to pursue further testing, and the
patient was diagnosed with AHI based on elevated viral
load (1,000,000 copies/mL) and negative rapid HIV 1
and 2 antibody testing. This patient had unusual findings
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lated neutrophils, as well as elevation in amylase/lipase
and creatine phosphokinase. Emergency Physicians
should consider AHI in patients presenting with fever
and a history of high-risk behavior. It is important to un-
derstand that there is a lag period of approximately
30 days between infection with HIV and a positive anti-
body test, during which time the patient is highly infec-
tious. During this time, many will seek care in our
EDs and urgent care centers. If the patient has a history
of high-risk behavior, a test for HIV RNA (viral load)
might be indicated.
REFERENCES
1. Tindall B, Barker S, Donovan B, et al. Characterization of the acute
clinical illness associated with human immunodeficiency virus
infection. Arch Intern Med 1988;148:945–9.
2. Schacker T, Collier AC, Hughes J, et al. Clinical and epidemiologic
features of primaryHIVinfection.Ann InternMed1996;125:257–64.
3. Moore ZS, McCoy S, Kuruc J, Hilton M, Leone P. Number of
named partners and number of partners newly diagnosed with
HIV infection identified by persons with acute versus established
HIV infection. J Acquir Immune Defic Syndr 2009;52:509–13.
4. Tyner R, Turett G. Primary human immunodeficiency virus infec-
tion presenting as acute pancreatitis. South Med J 2004;97:393–4.
5. Takahasi T. A case of primary human immunodeficiency virus in-
fection with severe rhabdomyolysis without acute renal failure.
J Japanese Assoc Infect Dis 2011;85:268–71.
6. McDonagh CA, Holman RP. Primary human immunodeficiency
virus type 1 infection in a patient with acute rhabdomyolysis.
South Med J 2003;96:1027–9.
7. Cooper DA, Gold J, Maclean P, et al. Acute AIDS retrovirus infec-
tion. Definition of a clinical illness associated with seroconversion.
Lancet 1985;1:537–40.8. Self WH. Acute HIV infection – diagnosis and management in the
emergency department. Emerg Med Clin 2010;28:381–92.
9. Cohen MS, Gay CL, Busch MP, Hecht FM. The detection of acute
HIV infection. J Infect Dis 2010;202:S270–7.
10. Hightow-Weidman LB, Golin CE, Green K, et al. Identifying peo-
ple with acute HIV infection: demographic features, risk factors and
use of health care among patients with acute HIV infection in North
Carolina. AIDS Behav 2009;13:1075–83.
11. Coco A, Kleinhans E. Prevalence of primary HIV infection in symp-
tomatic ambulatory patients. Ann Fam Med 2005;3:400–4.
12. Centers for Disease Control and Prevention (CDC). Acute HIV in-
fection, New York City, 2008. MMWR Morb Mortal Wkly Rep
2009;58:1296–9.
13. Gray RH, Li X, Kigozi G, et al. Increased risk of incident of HIV
during pregnancy in Rakai, Uganda: a prospective study. Lancet
2005;366:1182–8.
14. Vanhems P, Viorin N, Hirschel B, et al. Brief report: incubation and
duration of specific symptoms at acute retroviral syndrome as in-
dependent predictors of progression to AIDS. J AIDS 2003;32:
542–4.
15. Socias MD, Sued O, Laufer N, et al. Acute retrovial syndrome and
high baseline viral load are predictors of rapid HIV progression
among untreated Argentinean seroconverters. J Int AIDS Soc
2011;14:40–9.
16. Kassutto S, Johnston MN, Rosenberg ES. Incomplete HIV type 1
antibody evolution and seroreversion in acutely infected individuals
treated with early antiretroviral therapy. Clin Infect Dis 2005;40:
868–73.
17. Hare CB, Pappalardo BL, BuschMP, et al. Seroreversion in subjects
receiving antiretroviral therapy during acute/early HIV infection.
Clin Infect Dis 2006;42:700–8.
18. Hammer SM, Eron JJ Jr, Reiss P, et al. Antiretroviral treatment of
adult HIV infection: 2008 recommendations of the International
AIDS Society-USA panel. JAMA 2008;300:555–70.
19. Pilcher CD, Fiscus SA, Nguyen TQ, et al. Detection of acute infec-
tions during HIV testing in North Carolina. N Engl JMed 2005;352:
1873–83.
20. Fair Health Inc. Consumer cost lookup. Available at: http://
fairhealthconsumer.org/medicalcostlookup/cost.aspx. Accessed Sep-
tember 24, 2012.
